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Background maMICVO inhibits growth of EDB+FN-low 4T1 tumors maMICVO + anti-PD1 demonstrates synergistic anti-tumor activity
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known as progenitor exhausted T cells (Tpex) were evaluated due to their critical role in response
to immunotherapy [9].

synergy. This effect was strongest in EMT6 tumors; however, the 4T1 model also showed a synergistic benefit. Together, these
findings demonstrate that maMICVO and anti-PD1 act synergistically across models, with maMICVO appearing to modulate
tumors to enhance responsiveness to checkpoint blockade.

maMICVO drives the influx of Tpex into 4T1 tumors
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Figure 1. Mouse analog of MICVO inhibits growth of syngeneic 4T1 tumors despite their low expression of EDB+FN.
(A) IHC analysis of untreated EMT6 and 4T1 tumors harvested at indicated timepoints post-inoculation showed that 4T1
tumors consistently expressed lower levels of EDB+FN compared to EMT6. (B) In efficacy studies, maMICVO treatment
reduced EMT6 tumor growth and, notably, also inhibited 4T1 tumor growth in a dose-dependent manner, with 6 mg/kg

Mechanism of action for micvotabart pelidotin (MICVO)
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